Comparisn ofpostneonatal mortality in social classesI and V over time 1970-2 1975-6 1977-8 1979 1979 1980-1 1982-3 I 2-9 2-8 2-9 3-2 3-3 3-2 2-5 V 13-1 8-5 7-6 9 1 8-1 6-6 6-2 Ratio 4-5 3-0 2-6 2-8 2-5 2-1 2-5
Sources: Decennial supplement on occupatioal mortality, 1970 -72. London: HMSO, 1978 . OPCS Series SMPS No 41 and DH3
Nos 7, 9, 13-15. London: HMSO.
of classifying these social class data in 1979. The  table above extends the table presented by Pharoah and Macfarlane to 1983 and includes OPCS 1979 bridge coded data. This suggests that over half the fall in the ratio between 1975-6 and 1982-3 may be ascribed to the change in classification. Thus, although there has undoubtedly been a real reduction in the class ratio over time, the magnitude ofthe improvement is not as great as Dr Gordon's figures imply. One possible reason for the improvement that has taken place, suggested by Pharoah and Macfarlane, could be that developments in neonatal care in the 1970s may have delayed some deaths, causing them to be counted in the postneonatal period. If this effect were greatest in social groups or health areas with the best medical care the paradoxical result would be a narrowing of postneonatal gradients.
The lesson from all this is that, in focusing attention on health indices based on only a narrow part of any set of continuous data, there is always a risk of -serious misinterpretations. This applies equally to the measurement of class gradients and of survival from birth. We find, however, that similar sensations of tightness in the arms, neck, or epigastrium are induced when adenosine is infused into the aortic arch.' Since the half life of adenosine is probably less than 10 seconds,2 this might suggest that these symptoms are not dependent on an intracoronary effect and that the mechanism whereby adenosine induces discomfort is more widespread. In particular, adenosine precisely reproduces the epigastric pain of duodenal ulcer in patients with this condition.3 Dr Sylven and colleagues assume that the angina-like pain was not in fact due to myocardial ischaemia. We agree. We studied the effects of intravenous adenosine, given at cardiac catheterisation with heart rate held constant during the investigation of patients for chest pain subsequently shown not to be associated with any cardiovascular abnormality; adenosine doubled coronary flow without increasing inotropic state or systolic tension.4
PETER GOLDBLATr
A caveat-we believe that the dose of adenosine should be titrated with care, particularly when given in the presence of dipyridamole, as in the case of one of our patients who developed severe Six of these subjects were given 60% oxygen or air to breathe in a single blind manner during adenosine infusion. Oxygen reduced both the cardiorespiratory stimulation and the symptoms caused by adenosine. In these six subjects the effects of adenosine were compared before and after intravenous theophylline or a saline placebo (given randomised and double blind; mean plasma theophylline levels 9-5 (SD 0 9) mg/l). Theophylline reduced both the cardiorespiratory and symptomatic effects of adenosine when given by infusion, as Dr Sylven and colleagues found with injections of adenosine (although it is unfortunate that they did not compare the effects of theophylline with those of a placebo).
Adenosine infusion therefore establishes an important characteristic of the symptoms caused by this nucleoside which studies of bolus doses could not reveal. The colicky nature of the symptoms, their reduction or disappearance with an increase in-inspired P02, and their reduction or absence after administration of theophylline raise doubts about the hypothesis of Dr Sylven and colleagues thatangina may bedue to the stimulation of adenosine receptors. Angina is not classically colicky, and theophylline is not noted for its relief or prevention of angina. Although oxygen is used in the management of angina, it is given primarily to assist hypoxic myocardial tissue and is not always effective in relieving angina.
The protean manifestations of angina pectoris often make it a syndrome difficult to diagnose without the knowledge of other characteristics of the pain such as precipitating and relieving factors. Adenosine has widespread effects in the body and there are numerous receptors within the thorax that may cause pain. In certain circumstances adenosine may stimulate gastrointestinal smooth muscle,4 and, as the authors implied, these symptoms of adenosine administration could equally be those of gastrointestinal pain. We feel that their recent hypothesis must remain in the realm of speculation.
D Opiate withdrawal: inpatient versus outpatient programmes SIR,-I would like to make the following observation on the paper by Dr Michael Glossop and colleagues (12 July, p 103). The authors stated that "all (patients) were physically dependent on opiates," and that the mean dose of methadone "required for withdrawal" was 37-5 mg/day. No further information is given as to how physical dependence was determined or how the methadone requirement was calculated. In practice it is often found that little or no methadone is required to suppress any abstinence syndrome.' One possible reason for the relative failure of the outpatient group might have been that some patients significantly increased their daily opiate intake over a prolonged period, thus engendering, rather than reducing, their dependence.
Secondly, the paper gives no indication of how long a period of abstinence was confirmed by urine analysis for the groups being compared. Fifty five per cent of the outpatient group remained in contact with the clinic,.compared with 29% of the inpatient group. Ifone assumes that all those lost to follow up are using drugs again (the gloomiest, but most plausible, explanation) five weeks drug free as an inpatient would appear to be antitherapeutic for many patients.
Thirdly, urine analysis for drugs is notoriously unreliable. No mention is made of the authors' response to isolated positive findings in the absence of other evidence of drug use.
Finally, it seems disingenuous of the authors to compare their study with that of Edwards and Guthrie, as their paper is methodologically far less sophisticated. Edwards and Guthrie: (a) excluded those of poor prognosis and those unwilling to be randomly entered to their trial; (b) detoxified inpatients and outpatients over the same time period; (c) mobilised community resources to help in treatment; (d) followed up their sample for 12 months.
Failure to establish "neurophysiological dependence"; failure to randomise patients to treatment groups, using different withdrawal regimens for the two groups; and failure to provide significant psychosocial support for the outpatient group make it very hard to accept either the clinical or the policy implications of the study. Finally, (a) our study clearly included subjects willing to be randomly allocated to the different treatment options and our results showed this not to have a significant effect (paragraph 2, Results); (b) the different time periods for the inpatient and outpatient programmes are discussed in both paragraph 2 of the Methods section and paragraph 4 of the Discussion; (c) our paper is obviously not intended to challenge the findings of Edwards and Guthrie.s We refer to that important
